miR-4792 inhibits epithelial-mesenchymal transition and invasion in nasopharyngeal carcinoma by targeting FOXC1.
Through analysis of a published micro-array-based high-throughput assessment, we discovered that miR-4792 was markedly down-regulated in nasopharyngeal carcinoma (NPC) tissues. However, little is known about its effect and mechanism involved in NPC development and progression. Here, we reported the role of miR-4792 in epithelial-mesenchymal transition (EMT) and invasion in NPC. We identified an inverse correlation between miR-4792 expression level and NPC cell EMT and invasion, and up-regulation of miR-4792 inhibited NPC cell EMT and invasion. Moreover, we identified and validated that FOXC1 was a direct target of miR-4792, and miR-4792 regulated EMT and invasion in NPC by acting directly on the 3'UTR of FOXC1 mRNA. We also performed the animal experiments to explore the anti-tumor effect of miR-4792, and found that overexpression of miR-4792 inhibited the growth of nasopharyngeal tumors in vivo. These findings suggest that miR-4792 functions as a tumor suppressor in NPC development and progression by targeting FOXC1, which could act as a novel potential therapeutic target for NPC treatment, and miR-4792/FOXC1 pathway that we studied might be used for NPC treatment in future.